WE investigated the participation of lipid mediators in an experimental immune complex (IC) arthritis model in rats. The animals were subjected to intraarticular injection of anti-bovine sertLm albumin (BSA) IgG These results suggest that thromboxane, LTB4
Introduction
Immune complex (IC) deposition is an important event in the pathogenesis of rheumatoid arthritis (RA). This assumption is supported by the detection of IC deposits in the synovium and articular cartilage, as well as by the possibility of rheumatoid factor self-aggregation in large insoluble immune complexes and the association of circulating immune complexes with disease severity in some RA patients. The most commonly used experimental models of RA, the antigen-induced arthritis and the adjuvantinduced arthritis, exhibit close resemblance to the pathophysiology of RA. However, they do not allow a precise investigation of the isolated contribution of IC to the development of arthritis.
Induction of a reverse passive Arthus reaction in rabbit knee joints promotes a modest increase in vascular permeability, pronounced cellular infiltration, mostly polymorphonuclear (PMN) neutrophils, and cartilage destruction, being considered as a suitable experimental model to study the mechanisms involved in articular lesions dependent on IC formation. 2 Although the recruitment and activation of these cells in IC-induced lesions is considered essential to the full-blown development of the reaction, the factors governing these phenomena are still obscure. Previous peptido-leukotriene antagonist L-660,711 was used at doses ten times higher than those reported to inhibit antigen-induced bronchoconstriction in sensitized rats. 13 The fact that an inhibitor of 5-1ipoxygenase inhibited cell influx whereas an antagonist of peptido-leukotrienes had no effect suggests that illustrated by its detection in the synovial fluid of leukotriene B4 is responsible for this phenom-experimental models of arthritis. 25 Furthermore, enon. Taken together, these results suggest that it was reported that PAF contributes to cell LTB4, thromboxane, and PAF contribute to cell migration in the antigen-induced arthritis model infiltration in IC arthritis, in rabbits, an effect that could result from either The presence of LTB 4 in the synovial fluid of a direct action of PAF or an indirect one via the arthritis patients has already been demonrelease of other inflammatory mediator(s). 2 We strated. 15 21 Additionally, econazole, an imidazole might not be essential for cartilage degradation, compound which inhibits thromboxane synthsince the animals still presented cartilage breakesis, inhibited cell infiltration in carrageenin down after being rendered neutropenic by prepleurisy. 22 This effect of thromboxane could be treatment with nitrogen mustard. 9 More recently, explained by its ability to enhance neutrophil in an in vitro study, it was demonstrated that adhesion to endothelial cells, via activation of the neutrophils were able to degrade both proteogly-CD18 receptor on neutrophils. 23 In our expericans and collagen in human cartilage, an effect ments, the thromboxane antagonist significantly that was facilitated by previous stimulation of the inhibited cell influx, suggesting that thromboxneutrophils with immunoglobulins. 29 
